Among people at genetic risk of schizophrenia, those who use cannabis show smaller thalamic and hippocampal volumes. We evaluated this relationship in people at clinical high risk (CHR) of psychosis. The Alcohol and Drug Use Scale was used to identify 132 CHR cannabis users, the majority of whom were non-dependent cannabis users, 387 CHR non-users, and 204 healthy control non-users, and all participants completed magnetic resonance imaging scans. Volumes of the thalamus, hippocampus and amygdala were extracted with FreeSurfer, and compared across groups. Comparing all CHR participants with healthy control participants revealed no significant differences in volumes of any ROI. However, when comparing CHR users to CHR non-users, a significant ROI Â Cannabis group effect emerged: CHR users showed significantly smaller amygdala compared to CHR non-users. However, when limiting analysis to CHR subjects who reported using alcohol at a 'use without impairment' severity level, the amygdala effect was non-significant; rather, smaller hippocampal volumes were seen in CHR cannabis users compared to non-users. Controlling statistically for effects of alcohol and tobacco use rendered all results non-significant. These results highlight the importance of controlling for residual confounding effects of other substance use when examining the relationship between cannabis use and neural structure.
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Introduction
Cannabis is the most extensively used illegal substance in people with schizophrenia. A recent review of the literature established that this is also true in people at clinical high risk (CHR) of developing psychosis (Addington et al., 2014) , that is, individuals who present with attenuated or brief intermittent psychotic symptoms, or have a genetic risk for psychosis and decline in functioning. There is also some research implicating cannabis as one important factor in the onset of psychosis (Caspi et al., 2005; Fusar-Poli et al., 2012a; Kuepper et al., 2011; Moore et al., 2007) . Prospective data suggests that among people at CHR of psychosis who use cannabis, those with higher baseline use severity (Buchy et al., 2015a) and frequency (Valmaggia et al., 2014) , and a first use prior to age of 15 (Arseneault et al., 2002; Valmaggia et al., 2014) all confer a greater risk of transition to psychosis.
Recent work has established a link between cannabis use and subcortical volumes in people with schizophrenia. The thalamus, hippocampus and amygdala have been of particular interest as people with schizophrenia show volumetric reductions in these areas relative to healthy people (Bora et al., 2011; Chan et al., 2011; Ellison-Wright et al., 2008) and these regions are rich in cannabinoid 1 (CB1) receptors in the human brain (Glass et al., 1997) . For
